Ot

" o) %284 9] 38 A : Al3a A A5 2007
=

Pathogenesis of Endometriosis: Early Lesion Formation
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Figure 1. Estrogen synthesis in extraovarian tissues and endometriotic lesions. Androstenedione is converted by
aromatase to estrone (E,) in skin, adipose tissue and also in endometriotic lesions. E; is further converted to estradiol
(E,) by 17B-hydroxysteroid dehydrogenase (17-BHSD) type 1. In ectopic endometrial cells, E, induces the production
of PGE,, which is the most potent stimulator of the aromatase. There is a positive feedback loop for continuous local
estrogen and PGE, production in endometriotic stromal cells. Endometriotic tissue is often deficient in 17B-HSD type
2, Wthh normally converts the strong estrogen, E,, into weak estrogen, E;. COX-2 = cyclo-oxygenase type 2 (Ulukus

M. et al® )
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